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A 24-year-old woman with a fully functioning kidney transplant, 
aff ected by severe secondary hyperparathyroidism, developed 
an interscapular pain irradiated to the lumbar area and pro-
gressive paraparesis 20 months aft er transplantation. Labora-
tory tests showed calcium 9.7 mg dl–1, phosphorus 4.2 mg dl–1, 
alkaline phosphatase 1123 U per liter, and parathyroid hormone 
1411 pg ml–1. Magnetic resonance imaging of the spine confi rmed 
an expansile lesion in the spinous and both transverse processes of 
a mid-thoracic vertebra that also aff ected the pedicles (Figure 1). 
Th e histological analysis showed intense osteoclastic resorption 
and marrow fi brosis, with abundant osteoclastic multinucleated 
cells (Figure 2). Th e clinical, radiological, and histopathologi-
cal fi ndings were characteristic of brown tumor of the spine in 
a patient with persisting severe secondary hyperparathyroidism 
aft er successful renal transplantation. Th e tumor was completely 
removed aft er resection of the posterior arch of T-6 without inci-
dent. Aft er surgery, paraplegia gradually recovered. Secondary 
hyperparathyroidism is clinically important even aft er successful 
renal transplantation and should be identifi ed and treated so as to 
avoid complications such as the one described.
Figure 1 | Sagittal (T2) magnetic resonance imaging showing 
an expansile lesion in T6 (arrows), centrally hyperintense with a 
hypointense border, which caused spinal cord compression.
Figure 2 | Histological examination of the biopsy showed intense 
osteoclastic resorption and marrow fibrosis, with abundant 
osteoclastic multinucleated giant cells. A Goldner’s trichrome modified 
stain (original magnification, ×100) clearly demonstrates these findings.
